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CaCCs 73 TILRUE I H 17 16A(TMEM16A) R BRI F2 . SEp 45/ ATl i o

B S, T B U e g

R T AR B E . M SO B 25 B RER) —

KRR PSEOT A T, TR, PSIERET 16A, R, 2Rl

ZR9ES  Q6-3, R

B 125 G A7 AE T 2R I (R 355 4 i 5 A
V. 2 M0 s A ) - 1) 1 AL R SRR B U
IRy i R T IEE g 2
Tl 47 B AF 1 B8 T (A 1-, NOy Il C1-%%), fH il T
ClE EW R P AE e f - e B 7, B T iiE
WA SR TS, SO Tl IE A AR PR AR
S, ERENS Y A I Sh A AN A0 AR AE i
MearPE S LR BT/ wkis . ATTAERT ST A%
PRIV AR R s A R R B T S 7 S )
LR RE, LThRE R o T BUR ML T YEAL (cystic
fibrosis, CF)Fl Bartter’ &7 & 5E (5 I % %z 1E H 52
1), S RPN FAEULA S Ay RO, 2040 iR
s/, Dent's O (A 11 32 450), B A0 AUE
(AR ZBY). Sioh, R RS il
TH 32 WA AT E0E .

MRS TEAE 7> 7454, HATIFTEO 78385 1
B TIEIEA LN =28 R HRITIE M CLC &%
T, AEANTE OB CLC M I8 — 4 it 14 i 1)
T LRSS A 3R G 17 A o 1805, e 1A
b AR T, T B R IR R R
BRAEPR A T 1 P R 2T A5 A% 5 TR 15 I~ (eystic
fibrosis transmembrane conductance regulator, CFTR),
BE 12 DEBPEAEL, 2 MLIRE G I B 451
LA G S AR S 5 T 9 1R S
B, B y- & T R(GABA) S HH %
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A, BRI S 4 NS, RN
B AN TR, DR =R il o 13
filh o 0 T PR AR B A A A RO IR,
Ah, H AT Al — e n] R SRS 1T RIS A
WEFUELE, Hrh QS5 AR Z 0508 DR 1) A5 W05
& B F 1# JE (calcium-activated chloride channels,
CaCCs; 7JRFK anoctaminl, ANO1), BEZRiEE HT
B 20 B N A S TR T A 4G, LN S FLURR
BGOSR (Ca?-activated Cl- currents, [ c,)™.

CaCCs fz - I T AR P JTCME O BRESH B ™, Bl
Ji AHARAIRIER I bR M. I Y A,
270 WU LA H #8475 CaCCs. T T-45
BENRIME S FIRR R DG S T E
FL RS, BT LA CaCCs AT Z FhTh e, W5
UNAN ISR 5 BB RS LA R
IS RACR B AE B =2 WRUSE A% 3 R LT 4
PEIATEL CaCCs v] LAFR I &l 25 1 14, 72
WS A AN TR R A 2 2R R (P HL A
JECRIZK ) 5 ) iis g Thi i 45 B ZE/E ] . CaCCs REf
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T b A P R P LI K 5 RO LA 2%
TR O WL ES. S8k, CaCCs Rl It ik
AR AL YT PR B A I, NI DG A
FV WG R R A4 e 7.

TR LM JEE, 43¢ CaCCs 43 T Al 1
) J— FE R Refil e, W5 AT HIEIAY CLCA. CLC-3,
Bestrophins 1 Tweeny J& CaCCs 43S il [ {5 126 J&
A, (H LA BB FOsALIE A i A 1 g AR S
[FJRAR CaCCs MMIEA AKX . 5L B, KA
TEAET Z Pl A4 f 2 U rh CaCCs 11— N
T A A2 T A L A A 2 U T O R AR, B
PEAE R = 5 B IR FEI, KR CaCCs T8 53 B
1E / B R O B 230, P DAL - R R
RNV, A S B IR R, B AE IR
B AT A S8 A, PP L N LR - R
KABLMES, RE loca (LI U = e
RAE, AHEATTI AR 3T B R L AR AR AT A
B]. Eggermont® Jx 3 1] 25 i L % A “(Un)known,
(Un)loved?” IXH¥: I Il 5 Sk 45 12 Sk PRI AF 9 I
5. IX b PR e =R T CaCCs e /bRy Sk 11
BT, o HL e A B 220 45 i W AT 22 Pl s il
S CaCCs, JT LA 43 1 5L Al ] (1 — LA 43 2
figt . Fd JLANIE ST /N AL LT[R R 1B T CaCCs
(7 T HE b S 2R 1 16A(TMEMI16A), XK 4
R A0 PRI 2 P P 5 S A A 3 A R 3
PR K 0] A BT A 9 & . 8 TMEMI6A
PR FT AR S AR WAL, (H H Az 5= 5o |
G, ASOR 2538 M T TMEMI16A BIF5T

1 TMEMI16A A CaCC & FEMBEI A M
o2

2008 A, = ANFFT/IN 530 SR F A [ 1 52
55 A T R BE O T R R M, B MR TE T
TMEMI16A T fig k) CaCC 43 1-FEAil [ £ S 10-m,

Yang %5 AEP)AE 750 BT 1 7 VA T 43 - &5
P 2 TP B IS A S I i 2 1 Bl e, %
3T RS A 8 AN I 45 44 B8 1 TMEM16A
(NM_178642.4 gi: 110835695). TMEMI16A 5 P
A A LR Y N HEK293 4i i i 2635 5 1)
W B FIGE R, A TSR E oA,
AR TS P AT REFLIE PR G5, BZ X s —
At BE R ST B BRPE S R AT H T R, 4R

TMEMI16A A5 B fH & ik Fem. fhfiiE
ANERTZN RNA T (siIRNA)SZ 56 W8 5112 52 56 FRAIK
T/NEUF AR R TMEMIGA [H 835K, Wb T
VCE i T I ME R 2 W 0. Caputo 25 IR 3%
LB 3 A (0 7325, R RARAT I i i R B, B A
IL-4 T TL-13 S5 KRN S A58 b 40 i mT 3k e
UTP 30& 1) CaCC HLURIT 1IN, SRAW R FRIAE I &
MR, 70U ik I EE (36 R, TMEMI6A
mRNA K& T 7 4%, K5 M ATTH siRNA Ak B
TMEMI6A 7|2 T W04 G52 A4 W L - U 20 F
W5 bR /AN R HAEM T, CF 4 g L4
755 UTP U 1) CaCC & PE7E |l TMEMI16A AH MY
) siRNA 4b B J5 W 25 FEAR ML 55 4h, 3 1
HEK293. COS7 Hil FRT 41 ffd ' 3 18 TMEMI6A,
HEE TR TN ST s S,
Schroeder %5 &L T W Wi (A mbystoma mexicanum) 5P
BE40 B o B /b CaCCs, M 2 /7 & H 1 £ IE &
AR YT B RE20 g | A £ 3k =48 18 CaCCs,
JCAEFT BRI 2 AE SR RE, X T2 LR IR SE50 R
BEYSE Y CaCCs 7 THEAM G CBE T 4E. & N Dy
(P2, S0 R I 0o Wi O B 41 AT A5 22 K5 52 K5 B0
G AT P e G o 20 2 A S TS B RE 4
(Xenopus oocytes)™' [ CaCC mRNA, M &I T
RPN ) X TMEMI6A B TEiEM. BLE=AN
Y HRHRIE T TMEMIG6A 3 18 78 JF 5t i 9 B P 45 4%
PE B AT S (1 B AR FD A 1) SR P, T
5t R T 117 P 7T I 0] B R (PR M ik, 0
RPN B S L 2% H A AT e S T o A JE SRR
(niflumic acid, NFA). 4, 4'- " SFi#&NE- 2,2'- —
T %2 (4, 4’ -diisothiocyanatostilbene-2, 2’ - disulfonic
acid, DIDS)5®ZU3MH.

5 2 By #i& ) CLCA, CLC-3, Bestrophins
HI Tweeny 5 fig 1% 5E AN [A], = S0 R AIE 5T
A 10 R FLAS TR 9 7 30, #4387 LT 5E A
AH 7] () 45 18 3iF B TMEM16A & CaCCs i 3% (113 1
Senl, EONEDIE, BRIEFEE, SEINAT o Hhdt e T %
SRR E.

2 TMEMI6A 8BB4

4

2.1 TMEMIG6A BI#RMEMIFALELR E L

T CaCCs HAT & X EE LMY RE, o X
JUAEFAT Z A5/ L TF DR N B U R BF 5T
W, AT G CaCC A 70 41 s ) Th e 1 i
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AWHHEL. TMEMI6A J2& H 5 7E40 s ok TR R
WA CaCC 3@ E, T BLe A AL RN /E Ay
CaCC JHIE B & 7 = LENLHH 5 R T A2 0T
FEH %

Tmeml6a J& T Tmeml6 FE K ZK it (Tmem16a %)
k), NEH 10 F Tmemi6a W YEIEK . Yang &5
7 FUIR TP A1 I % o) 2 5 Tl 4k XU Y (RT-PCR) 1)
TR T e 4K cDNA,  H T 0 i K
2 880 MLTFIR, Zifid s 960 N2 Bk L 1)
. BR8], TMEMI6A A HA 84
s LE A, NI Tmemi6a 5 N RIYRFE R 2
A 91%K P HIAHIE. AR, Tmeml6 3L
555 TLAth (125 7l 1 56 PR 550 4 [R5k R
&7 AW Tmeml6b 5 Tmeml6a 7E3E R 741 I
A 60% IAHALEE ,  H At 53 1R 7 471 AH AR, BE A1
Tmem16 HE D8 KT I 03 (1) 3 1 BT i $h S5 R 28 0L, 4B
HA 8 45 I (transmembrane, TM) 45 #) F1id P4 17
N i 5 C ufy, FET BN S5 MR Y] & 755
BHER, BB EFRHA anoctaminl ~ 10. {H1F
TR, BT EE I 2R3 0 (1) — G a5 K DR~ P
K. TMS Fil TM6 5 151X ] fi 2 T fs i 1 11 00 it
Y155, PR A I X 3 1 AT 11 S R IR AL ol ity £ H
T 2R (R621E, KO645E 1 K668E) ] i} 2 FRAK
piiBER N R (bt O (RN SN BT Fs
(PEE P, R SO E A 0 2 kR Er 12. TM3
(PR 2 B8 AT TM6 143 24 IR 5 748 A ml L5 12 4 3 1)
BT R R R AR, AP A S
F| TMEM16A  H KA &2 Al it R 2 MR H
WG A/C/G RN 2R o (1 U ol P A A, T 7
N | E RSN AR B A VAN SNV = ¢
TMEMI6A A 40 il 3 85 Bt S, 5 — S0 2 b 3
K REFR B B 1 45 40 LI EF T 45 1 508 85 5
F - B 1 (CaMK) 456 LT 1Q HEAA.
2.2 TMEMI6A RIRREFTIEFFEFEL D

TMEMI16A 7141 i JI5 3 1H1 A7 W 0 304 72 e
A FEIER AMREZ —. 2004 £, West 55
75 5 W 8] 5 h ) cDNA 5 1 5 R 31 1
— LA T IR, s — AN DOGT 1)
RAFER, BUEFIEE L Tmeml6a £ . 1E# H
g N A H AR W 2 DOGT AFAE T4 M I,
P22 W7 TH CA4E DOG T IS PRk 78 Wi [R] i
AR B bR, AR SLA R SR T b A
Rock ZFU4H] RNA U 4288 BA S 21 7 BRI AR A

A Tmemi6a FEFIERIE, F H FH 5% 9¢
T3 A W A TR i R U5 1Y KLN205 41 A &
GFP-TMEMI16A fili & 8 I AFAE T i . fwil,
Yang %5 H s 20 F 7 1IN T TMEMI16A
TEZ RO IE, Il A E R 41 i A e v
PERSR, T AN LR TG, R AN L A
# TMEM16A PrikamZige (o, HFHEd, LR
P GRS PEAR o, 10BN R R IA RS, U
JO&, e E g0 M2 o TMEMI6A % i 1 41
JEHTR, UL SRS A MEIIZANE . N E R
FZATAMZE . ST PR T DA 4 LASME
ZHUBAANE T e G O E R BAPE, X Stk
S CaCC B 138 18 19 1 1 2 — S o
TMEMI6A 1¢ & i1 g (R 5 T m, B & /NE
Cajal [H] 40 BRI bR W), A7 70 T M 50 T R J e Ji
WA, A B, L. EOR
RITB 5 A 0 T LA B s,

WX TMEM16A S5 Pl bk /) B 11 56 D5 4 0k
RRAL 3T, BeA BRI, AATOFA3 8] T
EINLL 4. TMEMIGA |2 f7AE T 2 Ff A4k
2, ARRRFIE. Bl M. Bl JRERRVN
. NIRRT G . O B R L
iy BE. BERRARI. AR RS B AL T 4R
KILT TMEMI6A [ iL™ ¥, 534, Schroeder
SE00HE 7 T mTMEMI16A mRNA 74 M 5 i A0 I rh
(R IE, 3K A R AT IR 48 Hh 1) B B2 SR
W2 AR SZ B 1S, EBE I P TP, R4S 25 73R JE 1R T
&, MM CaCCs (BB AR > s, 25 b, WFL
3% TMEMI16A ] 3 i5 B R U i TMEMI16A
L5 CaCC Z [ [PEE R T4 ) IE S .

2.3 TMEMIG6A ZFiBiEH) B A IB4FE

TMEMI6A 2§ -1 1 f W 2 AR IE 2 B A0 AN ]
(40 i 5 34 2 45 (4n HEK293 40 . FRT 4 i 1
e G I 40 ) #08  BL HE 5 B AR Y] CaCCs AR AH AL
(16 R A A58 70 45 Y8y S BB R AE T o0, B AR R g
R TR, IR R 5 RS S R, AR
M, SRR TR ZIE . FTRL, SRR AR
(ARSI - R G R BAM I BESR.  Tde gl i i
R B B R A, )T T AT A P R e 4K 11
TGOS A B AR B AL e d A B TR A
PEF, TRIELEFTAT I FAT 45 A #0 R e,

(E AR R, T IE T BT BEATE B[R] 44
PE. Yang % /E HEK293T 41 Jitd o 4 % mTMEMI16A
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H A B2l sk 4 R IR, T8 T o BTS00,
R EL AR /DN, FLUL HE s (2-V7) 1 2 5 B b ) s
PE. TTBE A AR AL B, -V b E oA pED,
X ERIAFAEN Tac, BERFFIEAHRIP. Schroeder 450
FEEE OF 41 o 2658 X TMEMI6A 30 5% 11 o
WAT 2] T AHAL I R

TMEMI6A )& F Ik #1E 5 CaCCs 1 18t A7
KLz b, FERIIE, Rk TMEMI6A 41 i % [
B IEETEHE I R . NOy > I-> Br > Cl- > F-,
XA 5 RAR () CaCCs iE JLF- 58 4 A [ 57,
BRI J2, Schroeder ZE19%1# i T TMEMI16A Xif
B8 7 3% 8 1 1D 3% 0 T RS [ . BT LA
Kuruma Z50745 4 LA 0T 3R 90 IO G19-BE4R B A
[F] 1) CaCCs HL It 873 T HE T I AN [7] (1) BH 25 13 £
PERFRIEDD, $RH CaCC IBIE XA [F I B 1 13 3%
PE 5 [R] 40 i 3 1T AN [R]85 2808 RS IR S AR
BT 5 B A o AN [ 1R J8COR3 #8A AN ) 11 2 - 1B 4%
PE.

Yang %5 KL, 5 KR CaCC i iE AH L,
TMEMI6A 38 555 251 IR 2286 ) 52 JI Ha A7 1)
SO LA —60 mV IR, A BT I B Rk
FE2 2.6 wmol/L; LAk +60 mV B, 455511
LR RIRIE N 0.4 wmol/L.  ALATIIA Ay IX Rk ik w]
BE SR FH T80 28 1 4l 5 v T 15 5 H 3 BURK (1) B 1
JRAEFI R, 53— Pl ] BEA2 S 87 45 A A7 AUl I
B NE R VAR RO

L R iR NI 2 ¢ e S BRI TSR
Z R M R A ). Szae R 2 B E R
NFA. DIDS #1 NPPB %5424 CaCCs i i [ it 24 41
7). Caputo 0% B, NPPB Fl NFA g 5 21 411
il TMEM16A & L, 1 CFTR 2 $ M 06l 51
172 WIANBE. 7% 3 48 PR 45 22 (1) 4 ) 371 tamoxifen
I IE HHIEAFAE S B, Yang 250 8 & A %) CaCC
T & S, 10 Schoroeder /N NAA e o4l
iy 10,

2.4 TMEMIG6A RIS IKEERFE

TEZ PRSI (AN, vl g3 e vl 2 B 0 il v
AN I e, T REAE LA PV BT R NS
0.2~ 5 pwmol/L) TG (1), 11 53 h—LE ) m] e &
B CaMK I 75 5 B H AL o e,

CaCCs 7EAEHL 4 1F T REbE G B S 62 1k
(G-protein coupled receptor, GPCR)JTi#is. I,
W Rz 25 1 AT I B0 CaCCs A I A~ 1 UL & A W%
th, SHENLA A 4. Yang 20 5050 T W

% % A W 52 1K (endothelin receptor subtype A,
ET.R). I E5K 2 1Y 1 I 24 52 {4 (angiotensin [T
receptor subtype 1, ATIR). & B fif 1 W 57 14
(muscarinic receptor subtype 1, MIR). Zi}# 1 W7/
52 A& (histamine receptor subtype 1, HIR). MEHE 2
W 28 5% 44 (purinergic receptor subtype 2, P2Y2R) X}
T FWEEEA, AR, 4 mm A BL_E =z 4k
R e Pl )52 SN IN=8 0 S~ | INIE R R N LR
(carbachol). ZHJ%EN ATP LLJE &0 BHLIE K /4 o
JiAh, SEE v % B HEK293 41 i v A U 1t
ET.R. MIR F1 P2Y2R WJf#4ED. Jf H., Schroeder
SN L GPCR (RRIAE A XTMEMI6A (¥ 51 [ 4
TURFPE R AT S 4

3 EEERE

3.1 TMEMI6A 555 FHESMN A REATY

1T TMEMI16A S 45 2 -9 B2 (Mg, A
TR %0 TMEMI6A (B8 5855 PR EH
Fal A il I e () 45 BRI A5, HH R
TMEMI6A 38 B 85 25 1 I0E 197§ WL v AR5
. ERTIR, fE TMEMI6A ()34 R 741 Fh 3k
ANEN5 TR B 1 A A I A M E S S R
gh G E KA ER 4, FTE TMEMI16A X5 2 1
(RIS T 8 L LA R R AL T A 31, Bl
SUIEUN W NI SR I e VA W W OF LT S S 1oy A
W

L, Peferri 254R 16 T HEK293 4l iy b 22 fil
TMEMI6B i ii (TMEMI16B 8 #% 4 i& & CaCC i
TE AT EA 4> T FERET ), A4 B AN Py T ) R el
P QAT B B Sz 0 i S 76 A g AR I A A X
1, TMEMI6B HLL#E M FEUAR S HICE 40 M P 145 29
T HEEME, EEH4EZ kS TMEMI6B 4%
PN HEK293 40, 18 ik 41 B e sz A N T £
21 0 P A 1 ()2 7 VR AR S B R TP RIS
S IR EE T R T VERRIE R T DL g5
7E T A AR A, R VA T oA mT 8 11
BB G ISOE, £ W) TMEMI6B S T 32 4 45 55
TR, AR, 258 IS TMEMI6B
HLU A A BB Ik £ Pk, Bk NFA Hi, %
I 5 0 O P R . R N T ) A
2 5 h KR VRN I PR B UK A 4.9 pumol/L
(=50 mV)BEMX £ 3.3 wmol/L(+50 mV). #4b, 154
TE YT 1) MBS 0 5 1) — AN 78 A 40 i 1 S A
BRI &5 R, B T Al s b A A
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— NAH rundown,  $E7R AT BEE B A M 41 g
R R BUR T SR A Y T, JE T X
rundown®,
32 Hftt TMEMI16 £ E K& X R =& & 4 CaCC
BiE

Schroeder %5 15 JG4R1E T /N il mTMEMI16B 7114
WEE O R0 P v (1 R BE DR m) LA AR SO R S T
LV (SR SOE IR Gib L iRa S LI R N SAYN TIS L
BT ARG TMEM16B 7] LU 5405 55 1 300
PR I, JREARE T AR R, N
mTMEMG6B (3 [ 4i 5 4 BC033409. MGC38715,
WA Ano2)fE /NI 2 R AL RIS B R I &
S i O il v 0 1 I 7
MRan s, Si4h, fERE TP/ R R G b (p
28 R AR AN 220 A I 21 7% L R R Ak o,
H A & W H Al TMEM16 3 R 5% % i B3 UF 52 42
CaCC JHIEMHRIE. 4% TMEMI6A [ HAth 5 ik ik
TR IR CaCC By At GBS 13 1 A 7 2 4%
QAT D [ L ) i —.
3.3 TMEMI6A BERAFBIZAMERER

TMEM16A SEDAI s B /> BRI A Bl 1) AU A
b, HAJEIRERAET:. Rock Z524RiE T TMEMI6A
R RN R AE DA RIS, XE—ANEKR
W, KW TMEMI16A K:NBR /N B 20 5 CF E
ARFFAEARALZ AL . CF 2 — i 7™ 1 st A M 505
i b 42U T IE b CFTRIFJE R S8R BT 8L,
I G T R AR IS AT, SEURRE A
R EBK . FERR RAGT A PRI T
KB, {E CF WA, C& il CFTR %
DRI R /N BRAS 25 BB CF 289053, A N IX P4
PRI AR S E i — N REEAME: CFTR K515 1)
REME S rEEAEFEN. WEFK, Wk
TMEMI6A il & 1X N AMEPE I 2l B8 Il TE . SEbR
b, TMEMI16A FERFFR /D R ILH R4 B 4%z
ThREI I RE . i 2 AT 223 I S CaCCs
AIRERVRTT CF AR, (Hl iz ke 7k
BB IL Ay IR W AR TUE 28, AT iRk
52 B R4, BL{E TMEMI6A i & A CaCCs (1)
5L, A T RERR CF Sl h B 1#Eis
SRR YT AT REM 25 AT

TMEMI6A J2& 53 #2855 7] (8 (1) 25 ) 15
CaCCs I AT AR i 4k, AR LLik
TR TMEMI6A 11254, LUIG ST & il
7 Wi A1 RS J 3l D) B e 0 . Y2473 5 TMEMI6A

TEAFI LRSS B A R T R IA R AL, BFCE
TV L T NRIT R IR N2, b IR R
1EH.

Fihh, TMEMI6 2R K5, Rl & TMEMI6A
ENFE R AT Rk, SLbs b, TMEMI164A 5
CL A IR 22 R B v, Rk i gl poG-1,
ORAOV2 M TA0S-2, = ZIEMRIEILAEAR Mg |
Y G S PN T A e M E R TID O e K WA S ]
WS RIEAE 4. 1 CaCCs 3 18 75 41 i 19 5
IR RN S AN M RE PP a0 T R b nT e R
F, 4 AT LLHEN TMEMI6A T 6 i A oA K i g
YT R IS W bR RN 2

H TMEM16A %:R 4 4iE & CaCCs I HE [ 41
THARLK, TMEMIGA 518 THI5T & 2 AL,
AR T —2edb 2. 2010 45 AT X AEAS [F 1 2E H4i
2R %E B 7 TMEMIGA (1835, Wil 3h ik ~F H
LA HE AT R v an i 550520, JE—P AN T 1%
TRTE M AR R, IR R BT il e h)
IR, FE T eSS ET A . R
&, Liu PR L MK & St s 52k
M BB B E (R KCNQ iEiE, B Kv7.1~7.5)
(FIH0HF TMEMI6A WSO LRI, XA
ATER A SRR A5 5 IOALRI B it 738 w9 J %
WP B2 TP A TR /R . R
b, TMEMI6A FERIVE AL A5 5 45 08 % |
A A R 2 ) A g A T AR AL IR
AR B, T EAR AT L 1 — %% ).
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TMEM16A: Advances in Calcium-activated Chloride Channel”

CHEN Ya-Fei, LI Ting, AN Hai-Long, YU Hui, ZHANG Su-Hua, HAN Ying-Rong,

ZHANG Yu-Hong, GUO Peng, ZHAN Yong"™
(School of Sciences, Hebei University of Technology, Tianjin 300401, China)

Abstract Calcium (Ca*)-activated chloride channels play fundamental roles in numerous physiological processes
including transepithelial ion/fluid secretion, cardiac and neuronal excitation, sensory transduction, smooth muscle
contraction and fertilization, etc. Despite their physiological importance, the molecular identity of CaCC has not
fully invested till now. Here the newly discovered CaCCs molecular basis TMEM16A was reviewed in the respects
of the identification processes, gene structure and functions, ion channel's electrophysiological characters, related
diseases, pharmocoligical functions and other current hot issues in the fields. The developmental trends of this field

were discussed.
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